Throughout this difficult period, a striking feature was the obvious improvement in well-being appreciated by the patient, her relatives and ward staff whenever periods of satisfactory control were achieved. During such periods, she was subjected to psychometric testing and normal scores were achieved in tests using Raven's progressive matrices and the Mill Hill vocabulary test.
Introduction
Unstable diabetes mellitus with nocturnal hypoglycaemic episodes may be difficult to detect, particularly in the elderly. Symptoms can be non-specific and may resemble those of senile dementia. Im Regrettably, following a satisfactory period on intramuscular insulin infusion, the patient developed an episode of diabetic ketoacidosis due to blockage of the intramuscular cannula, from which she died.
Discussion
Chronic nocturnal hypoglycaemia is an important and not uncommon condition in the insulin-dependent diabetic, but it is difficult to diagnose (Gale and Tattersall, 1979; Dornan et al., 1981) . This patient's symptoms were typically non-specific and routine outpatient assessment failed to detect underlying poor control, leading to a mistaken diagnosis of senile dementia.
As in the case described, high early morning cortisol or surprisingly 'normal' haemoglobin A,c levels (Dornan et al., 1981) may aid diagnosis. However, any patient with such symptoms must have a full 24-hr blood glucose profile even if diabetic control appears satisfactory by other criteria. Studies on the effects of neuroglycopaenia suggest that major metabolic and structural changes result in the brain (Agardh et al., 1980) . The findings of the computerised brain scan on this patient may have been related to her repeated hypoglycaemia.
Nocturnal hypoglycaemia is more commonly caused by insulin overtreatment in an attempt to achieve morning normoglycaemia. Alternatively, Boden et al. (1981) suggest that the reduced release of counter-regulatory hormones may cause undue sensitivity to insulin-induced hypoglycaemia. Attention has also been drawn to the possibility of hypoglycaemia being caused by the release of antibody-bound insulin (Harwood, 1960) , but the insulin binding capacity in this patient was normal. C-peptide levels were normal at the time of hypoglycaemia, excluding the possibility of inappropriate intrinsic insulin production (Bonser and Garcia-Webb, 1981 (Freidenberg et al., 1981) . Variations in cutaneous blood supply were more probably responsible for erratic insulin absorption. Nocturnal hypoglycaemia due to erratic insulin absorption is more difficult to recognise because the dose of insulin required need not be large. While intramuscular insulin infusions circumvent these problems, they have their own major practical difficulties.
